Although mycotic aneurysms due to bacterial endocarditis are a recognized cause of rupture of one or more cusps of the aortic valve, the following case is of interest owing to the absence of fever.
RUPTURED AORTIC VALVE WITH MYCOTIC ANEURYSM 133
The electrocardiogram on admission showed a 2:1 A-V block, with an auricular rate of 124 and a QRS of 0*08 sec. (Fig. 1 
AUTOPSY
Heart. The heart weighed 425 g., the relative thickness of the right and left ventricular walls being normal. The aortic valve was grossly incompetent, owing to a complete rupture of the right posterior cusp (Fig. 4) . Around the site of the rupture, and particularly behind the damaged valve, there was much vegetative proliferation, which on the whole was firmly adherent and extended deeply into the membraneous part of the ventricular septum. There were further wart-like vegetations at the base of the left posterior cusp. The remaining valves were normal. There was no evidence of congenital abnormality.
On opening the right auricle a tumour was seen situated immediately above the junction of the anterior and medial cusps of the tricuspid valve (Fig. 5) . 
HISTOLOGY
Sections were prepared from the vegetations around the aortic valve and the adjacent myocardium, and also from the centre of the auricular tumour. These were stained with hxematoxylin, eosin, and Gram's stains.
1. Aortic Vegetation. Whilst a little of the tissue consisted of platelet thrombus, the greater part was composed of a loose stroma, which was grossly infiltrated with round cells and polymorphs; numerous red blood cells were also present.
2. Wall of the Aneurysm. The aneurysmal wall consisted of three distinct layers. The outer layer was composed of dense fibrous tissue, the middle layer of muscular tissue together with a few fibroblasts and lymphocytes, whilst the inner layer was chiefly platelet thrombus containing a few fibroblasts and polymorphs.
3. Heart Muscle. There was no evidence of rheumatic disease. The diagnosis after autopsy was a ruptured aortic valve with a mycotic aneurysm due to acute bacterial endocarditis.
DISCUSSION
Except for the first two days of malaise the patient was under observation in bed and the temperature never rose above normal. Horder (1908) noted that fever was absent in five out of his one hundred and fifty cases, but he thought it was unlikely that these cases were afebrile throughout, and that they had probably come under observation during an afebrile phase. Perry (1936) had one case in which the temperature was normal for thirteen weeks. Possibly the rapid course of the illness with death from heart failure four weeks after the onset did not allow time for fever to develop.
It is uncertain if digitalis exercises any effect upon intra-ventricular conduction. White (1937) thought that it did to some extent, but Comeau and Hamilton and White (1938) could find no evidence of such an action. The situation of the aneurysm made some interference with conduction inevitable, and complex changes in conduction have been recorded in a similar case by Wishaw (1940) . The widening of the QRS began before digitalis was given, during a period of increasing heart failure, and this association has been noted frequently in transient bundle branch block (Comeau, Hamilton, and White, 1938) . On the other hand, the right branch block increased while clinical improvement was taking place, and did not regress until four days after the digitalis dosage had been reduced; neither did it recur, although death took place from pulmonary cedema. In the absence, however, of evidence from other sources of a similar action of digitalis it would appear more likely that the transient right branch block was occasioned by the heart failure rather than by digitalis. A case of rupture of the aortic valve with a mycotic aneurysm due to bacterial endocarditis has been described. The temperature was sub-normal throughout the illness. Death took place quickly with signs of left ventricular failure.
